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POSTERO LATERAL SPINAL SCLEROSTS [GE-

NERIC ORIGIN]; OR GENERIC ATAXIA.
A Name Suggested in Place of Hereditary

Ataxia or Friedreich's Disease.1
BY W. EVERETT SMITH, A.B., M.D., BOSTON, MASS.

The great desideratum in nomenclature as applied to diseases
is that the name of each disease shall express the msrbid con-
dition involved and its situation.

—

Flint: Practice of Medicine.
Scientific nomenclature should be itself scientific, not

founded upon accidents. However anxious we may be to
honor individuals, we have no right to do so at the expense of
the convenience of all future generations of learners.—Oowers:
Diagnosis of Diseases of the Spinal Cord.

The system of naming diseases after individuals or

symptoms possesses so few advantages and leads to
such misunderstandings and confusion in diagnosis
that it cannot upon any ground be commended. How
many general practitioners recognize, for example, in
the columns of Tiirck, the anterior pyramidal tracts of
the spinal cord, or in the columns of Goll, the postero
median columns, or iu the columns of Burdach, the
postero external columns or under the name of the
Romberg symptoms, the well-known inability of an
ataxic person to stand without staggering when the
eyes are closed? So too the disease first described by
Friedreich and commonly called Hereditary Ataxia
has been so little understood and so often confounded
with the more common and pathologically speaking,
less complex disease, locomotor ataxia, that I cannot
help feeling that much of this inaccuracy and confu-
sion is due simply to a faulty nomenclature.

A brief sketch of this nomenclature may prove in-
structive. Friedreich observing two ataxies in one

family and four in another which seemed to him to
present symptoms radically different from those or-

dinarily classed under the name of locomotor ataxia,
reported them in 1861 before the forty-second meet-
ing of German naturalists and physicians held at Spire
but did not publish them until 1863. He classified
them simply as degenerative atrophy of the posterior
spinal columns. Meanwhile, however, Carre in Paris
had published a record of seven cases of ataxia in a

single family under the common, but in his cases

particularly vicious, name of progressive locomotor
ataxia. And yet I grant there may seem to be some
excuse for his term, since with a stronger element of
direct heredity than have any other recorded ataxic

"
cases, his patients unquestionably combined some
of the classic symptoms of the ordinary locomotor
ataxia. Following Carre came Topinard in 1864,
Carpenter in 1871, Kellogg in 1875, and D'Arcy
Power in 1832, all reporting family groups of ataxic
cases under the names of locomotor ataxia and heredi-
tary locomotor ataxia.

In 1882, also. Dr. William A. Hammond reported
under the title hereditary locomotor ataxia, six cases,
two in one family and four in another, which, how-
ever, instead of presenting symptoms of ataxia, as one

might suppose from the title of the paper, presented
no incoordination at all but only loss of motion in
the legs. In commenting also upon Friedreich's cases,
he says, " the first symptom observed was weakness of
the lower extremities, and this gradually extended so
as to involve the upper extremities. Here was, there-

1 Suggested by the writer at a meeting of the College of Physicians,Philadelphia, February 1, 1888, which he attended by the i[ill]vitation
of Prof. Wm. Osler.

fore, a true paralysis."' This I take to be an entire
misinterpretation of Friedreich's cases, so that while
there may be good reasons for the conclusion that
Friedreich's cases were not locomotor ataxia, I, fail to,
see why Hammond's cases should be classedaBTrtTTxics
of any form since in no instance are they recorded as

presenting the slightest trace of any incoör&nation of
movement.

Now although it is true, as Ormerod has said, that
there have been cases of Friedreich's disease, so-

called, where paralysis of the lower limbs has been
reported, " in no case has it been observed until the
disease had existed for a period of years, and in some

very carefully observed cases there has been no pare-
sis at all, but simply ataxia. Again, although in
some cases diminution of sensibility has been noted,
it is usually for the earlier periods, in quite an insig-
nificant degree, and in many cases every abnormality
of sensation has been thoroughly excluded. We have,
therefore, in this disease an illustration of ataxia
pure and simple, apart from motor or sensory paraly-sis."

Cliuically speaking, the difference between the
classic locomotor ataxia and the so-called hereditary
ataxia may be distinctively arranged into three gen-
eral groups. In the first place, ordinary tabes does
not run in family groups, while Friedreich's disease
clearly does. Yet the cases are few where, even in
the latter disease, a strict heredity can be claimed. It
attacks, as a rule, members of the same generation in
the same family, although occasionally successive, as
well as simultaneous, outbreaks have been observed in
the same family, as, for example, in Carre's cases,
where the mother of the seven ataxic patients, her
brothers and sisters to the number of eight, and her
mother were all ataxic ; in Brousse's case, where the
mother was ataxic ; in one of Riitimeyer's cases,
where a male ancestor five generations back was
ataxic; and in my series of cases,2 where the father
of the five affected girls clearly developed the disease
late in life. More often, however, a remarkable pro-
clivity to other forms of disease has been observed in
these family forms of ataxia : " on the side of the
nervous system, to chorea, paralysis, hysteria, mental
affections, intemperance ; on the side of general dis-
eases, to phthisis."

Secondly, ordinary tabes is a disease of middle age
or of later life, while the family form of ataxia develops
usually in early childhood. Friedreich held that its
development was connected with the changes of
puberty, and that females  were particularly prone to
it; while Ormerod believes that the onset of an acute
disease may have a possible influence in its produc-
tion. The disease is unquestionably due to a lack of
proper development of the nervous elements of the
cord and their consequent atrophy, and it is worthy
of notice that the ataxic families are generally large,
so that it may be that the rapid production of children
may have caused an imperfect development of some
of them. At any rate, enough cases have now been
reported to show that sex has nothing to do with either
the development or the occurrence of the disease.

Nor do I believe that puberty is a potent or a com-
mon cause.8 The majority of cases thus far reported
began to show an evident lack of development at as

early an age as five or seven 3'ears, and I very much
• Boston Med. and Sur. Journal. October IB, 188R. p. 361.
s Boston Med. and Sur. Journal, February 16,1888, p. 17B.
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suspect that if these cases had been more carefully
watched, they would be found never to have been as

steady in their movements as were other children.
At the age, however, when they would naturally
begin to romp and run, the parents may possibly ob-
serve that they cannot carry themselves as well as
their playmates can, but, think little of it perhaps,
until the onset of an acute disease, or the extra de-
mands which puberty makes upon the system has
allowed the incoordination to develop to such an ex-
tent that it can no longer be unnoticed.

Thirdly, the absence of sensory derangements in
the hereditary forms of ataxia is of great diagnostic
value. In typical tabes, as is well known, the lanci-
nating pains are usually a prominent symptom, espe-
cially in the early stages, and are rarely absent
throughout the entire history of the disease, while
other sensory disturbances, such as numbness and local
anaesthesia, frequently accompany the incoordination
of movement. But in the majority of cases of family
or ' hereditary ' ataxia pain is conspicuous by its ab-
sence, until at least, the disease is very far advanced,
although it is true that cases have been observed,
such as those of Carre and Dreshfeld, where it oc-
curred as an initial symptom. The absence of the
knee-jerk is. indeed, common to both of the forms of
ataxia which we are discussing, but the curvature of
the spinal column, which occurs so early and so mark-
edly in the family form of the disease, does not belong
to the history of locomotor ataxia. Another critical
diagnostic symptom is the affection of the speech in
the hereditary form of ataxia. " From a mere drawl,
stammer, undue confluence, or undue separation of
syllables, the affection may advance till speech be-
comes wholly unintelligible."

The highest level to which the hereditary disease
extends is marked in its clinical aspect by the symp-
tom of nystagmus. Bilateral and transverse in its
action, it is observed only when the patient looks at
or follows an object intently. Being a very late
symptom, its absence in a given case need not tell
necessarily against the diagnosis of the family form
of the disease. Bed-sores and visceral disturbances
never occur, as they so commonly do in locomotor
ataxia.

Seeing, then, how marked the contrast is between
the two diseases, it is not in the least surprising that
some authors should have denied altogether the exist-
ence of relationship between them. Thus, on the one

hand, Hammond maintains that Friedreich's cases are

not examples of primary disease of the cord at all.
but of disease of the medulla or cerebellum, extend-
ing secondarily to the cord ; while, on the other hand,
Vulpian, Charcot, and Bourneville regard them to be
simplv a variety of disseminated sclerosis. Although
the affection of speech and the nystagmus would
seem to lend some plausibility to the latter theory,
the morbid anatomy of the cases, as revealed by
autopsies, must be our final test, and by this we find
conclusively that the disease is spinal, and not cere-

bral, in its origin ; that whatever cerebral degenera-
tion there is, is late and entirely secondary in its de-
velopment; and that, moreover, the spinal sclerosis
is systematic, and not disseminated, in its character.

Nor does the suggestion of Erb that cases of tabes
may be grouped under two tvpes, the classical type
and the type described by Friedreich, seem entirely
appropriate when we come to look at the pathology,

although the occurrence of forms apparently transi-
tional between the two, may give some reasonable
support to the idea. Such cases are those reported
by Carre, where there was a well-marked affection of
the speech, and a distinct heredity, yet where the dis-
ease began with pains and numbness in the legs and
feet, and those reported by Dreshfeld where there
were pains from the onset, and no affection of the
speech reported. In three of Friedreich's own cases,
also, these early pains were noticed, and in Powers'
case there appear to have been vomitings at an early
period. Other aberrant forms are the two cases of
Seeligmüller which Friedreich refused to recognize
as of the same type as his own cases, chiefly because
of some mental peculiarities and the persistence of
the knee-jerk.

The disease first described by Friedreich does in-
deed differ so materially from the classic locomotor
ataxia as to deserve and demand a separate classifica-
tion and a distinctive name, but as it seems to me, not
in the manner 1 have just ou'lined. The autopsies which
have been made are unfortunately few. Deaths have oc-
curred as a rule from some intercurrent disease and
rarely, if ever, in the early stages of the spinal degen-
eration. Our pathological knowledge therefore rests
entirely upon eleven post-mortem examinations (Fried-
reich, four; Schultze. one; Kahler and Pick, one;
Brousse, one; W. E. Smith, one; Gowers, one;
Riitimeyer, two ; but these fortunately agree in the
main upon several essential points.

In all of them there has been found an atrophy and
degeneration of nerve-fibres throughout the entire
length of the posterior columns, especially in the dor-
sal and lumbar regions, asimilar, although less marked
process in the lateral columns, affecting the periphery
of the cord in the lumbar region chiefly, together with
a degeneration, to a certain varying extent, of the
anterior columns in the neighborhood of the median
fissure in the cervical and dorsal regions. The pos-
terior nerve-roots were also diseased but the anterior
were relatively healthy. The meningeal mantle of
the cord was somewhat thickened and the cord itself
diminished in size. In Brousse's case and in my own,
there was a well-marked inflammation of the central
canal which was full of small, deeply-staining cells.
Upon this Brousse lays great stress, considering that
by this means, the disease spreads from the posterior
columns to the other parts of the cord. He holds
that the sclerosis of the posterior columns is primary .

and systematic, while the sclerosis in other parts is
secondary to it and diffuse, that is, not limited to nor

propagated along particular tracts of fibres.
A careful study of the cord will, I think, convince

every one that the sclerosis of the posterior columns
is indeed primary, while that of the lateral and ante-
rior columns is secondary to it. But I cannot grant
that this secondary degeneration is diffuse in its char-
acter. On the contrary, in all the sections which I
have examined from this disease, the degeneration is
clearly limited to and propagated along definite, sys-
tematic tracts of fibres.

To settle the point decisively whether the spread of
the degeneration has taken place by simple contiguity,
by meningitis, or by the medium of an inflammation
extending along the central canal, we need, as Orme-
rod suggests, further examinations, and especially ex-
aminations at early stages of the disease. My opinion
is, however, that it extends by means of a meningitis.
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AVe have seen that the disease under consideration
occurs distinctively in family groups, yet is rarely
hereditary in the strict acceptation of the term, and
we have studied its accurately determined clinical and
its fixed pathological peculiarities. We have seen, too,
that the names commonly applied to the rare affeciion
are both confusing to exact diagnosis aud undesirable
as scientific terms. The disease may, however, be
fairly and distinctively represented by the degenera-tions which occur in the posterior and the lateral col-
umns. The name I therefore present for consideration
as an exact, pathological aud altogether more appro
priate one than any of the names now commonly ap-
plied to the disease, is " Postero Lateral Spinal Scler-
osis of Generic Origin." With such a nomenclature
as this, we can clearly and intelligently contrast and
compare the disease both with posterior spinal scler-
osis (locomotor ataxia), and with other forms of spi-
nal degeneration. As a colloquial term for ordinary
use, moreover, I would suggest "Generic Ataxia."
And I have chosen the name "Generic" because it
seems to me to convey fully the idea of a family
grouping, and if we please, family transmission, with-
out involving the vexed question of a strict inheri-
tance from auceslor to descendant. The term "Scler-
osis" I adopt, it should be said, under a mild protest,
since it does not seem to me an altogether happy term.
Its rejection, however, would involve a complete re-
vision of the accepted scientific nomenclature of
nervous diseases.

-*-

THE VALUE OF WALL-PAPER GUARANTEES.
BY CHARLES HARRINGTON, M.D.,

Instructor in Hygiene and Assistant in Chemistry in the Harvard
Medical School.

In the discussion of a recent report of a case of
poisoning from arsenical wall paper read by Dr. W.
E. Smith before one of the sections of the Suffolk
District Medical Society, the question was asked as to
" what degree of reliability may be placed on the tes-
timony of paper manufacturers, or dealers, as to the
absence of arsenic in their manufactured fabrics." To
this question it may be answered that the degree of
reliability of such testimony depends greatly upon the
character of the person or firm giving it, upon the
character and ability of the chemists employed for the
analysis, and upon the amount of mental reservation
which may be made at the time of sale. There are
business houses in this city which, when requested,
aud frequently without solicitation, give an absolute
guarantee that the papers sold are either strictly non-
arsenical, or contain insignificant, harmless traces.
These houses, as a rule, employ competent, reputable
chemists, upon whom the responsibility for the accur-

acy of the analysis rests. There are others who give
their patrons, in placeof a guarantee, a statement that
their goods are all examined by their chemists, and
are perfectly safe ; the value of which statement is not
clearly perceptible.

Some dealers when asked for a guarantee, reply that
the papers are guaranteed by the manufacturers,
which statement is usually sufficient to relieve the in-
tending purchaser of all doubt. When, however, after
some time, symptoms attributable to arsenical poison-
ing appear, and the papers are found to be highly
arsenical, and the innocent purchaser demands redress
of the dealer, he is very likely to be informed that

the papers were guaranteed, not by the dealer himself,
but by the manufacturer, to whom (in another State,
or in a foreign country) the victim must apply. There
are others who treat inquiries as to safety with wither-
ing contempt, descant upon cranks and other offensive
persons, show themselves as lusty specimens of man-
hood brought up in the business, handling the alleged
poison day in and day out without the slightest in-
jury, and frighten their customers, who may not wish
to be considered imbeciles into buying without a

guarantee of any sort.
But even the honestly made guarantee of a reputa-

ble dealer is not always safe from a sanitary, though
perfectly so from a pecuniary point of view. It has
happened not infrequently iu the experience of sev-
eral of our most reputable dealers, that they have
been obliged to suffer extensive pecuniary loss in re-

placing papers sold on the certificates of incompetent
chemists. In fact, one of these dealers informed the
writer that the worthless certificates of a certain
chemist had cost him more than five hundred dollars
in a single house.

But what about the " manufacturers' guarantees,"
about which one hears so much't It is perfectly obvious
that to the individual purchasing through a retailer
such guarantees are hardly worth the effort of de-
manding them. But, it may be said, the dealer may
demand a guarantee of the manufacturer, and then
give his own to the customer. This is precisely what
is done in certain cases, and not always with advant-
age to the dealer; for, having given his personal guar-
antee, he is bound for the sake of his own reputation
for honest dealing, if indeed for no other reason, to
make good any loss to the customer, while at the
same time he may be left in the lurch by the manufac-
turer, who may refuse to accept any certificate of
analysis presented by the dealer, or meet the same
with another of different, and, it is needless to say,
more favorable import. Illustrative of this point the
following case may be related: Some months ago a
well-known house in this city, with a reputation for
fair dealing, imported from England under a "manu-
facturer's guarantee" a large lot of expensive papers,
samples of which, on the arrival of the goods, were
submitted to the writer for analysis, with the result
that eight of the papers were condemned. Upon this
the manufacturers were notified that the paper must
be taken back ; but they were equal to the emergency,
as the following letters will show. The names of the
dealers on both sides are suppressed for obvious
reasons.

London, S.W., May 25, 1887.
Messrs.-, Boston, America.

Dear Sirs,
—

Since writing you on the 5th inst., we have
submitted the eight samples of wall-papers that you de-
scribe as arsenical to Prof. John Attfield. one of the high-
est authorities as a practical chemist in London (who has
preserved the test-tubes), and he pronounces each to be
free. We send copy of his report. Professor Attfield is
the chemist employed by Messrs.-, and his
examinations may be considered as perfectly reliable. . . .

Our colors are bought under a guarantee, and the red color
of which you complain was manufactured by Lewis Berger
Sons, Ld., under a guarantee. We thoroughly believe that
these papers are non-arsenical in the ordinary sense of the
term.

We trust, under the circumstances, you will have every
confidence in the goods, and find a ready sale for them.

We remain, yours respectfully,-
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